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AB 5-Androstene-3. beta., 17. beta. -diol (I) [521-17-5] when administered s.c. 
to immature female rats depleted the estrogen receptor in the uterine 
cytosol. Similarly, dimethylbenzanthracene-induced rat mammary tumors., 
when incubated in vitro with 1 .mu.M I, showed translocation of the 
estrogen receptor from cytosol to the nucleus, as measured by exchange 
assays. The magnitude of depletion of cytosol estrogen receptor by I was 
less than that obtained with 0.3 .mu.M 17 .beta . -estradiol [50-28-2], but 
greater than that with 1 .mu.M dihydrotestosterone [521-18-6] . Among a 
wide group of C19 steroids examd. as possible inhibitors of estrogen 
sulfotransferase [9026-06-6] both dehydroepiandrosterone [53-43-0] and 

I 

showed marked inhibitory properties. By contrast, both 7. alpha. - 
[53-00-9] and 7 . beta . -hydroxydehydroepiandrosterone [2487-48-1] showed 
negligible inhibitory effects. A 7-hydroxyl group apparently modifies 

the 

ability of I to compete effectively for the estrogen receptor. Thus, the 
high levels of 7-hydroxylase found in human mammary tumors, and acting on 
both dehydroepiandrosterone and I may function in controlling the 
intracellular conens. of these steroids. 
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IT 50-28-2, biological studies 
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AB A 16-yr-old woman with an adrenal cortical adenoma was studied. Clin, 
she 

had progressive hirsutism, showed high urinary 17-oxosteroid excretion 
with normal plasma Cortisol. Plasma C19-steroids, both unconjugated 
(including testosterone) and sulf ate-conjugated, were greatly elevated. 
On ultrastructural anal, the cells in all zones of the adjoining adrenal 
were normal. Although the tumor cells had the general appearance of a 
steroid-secreting cell their structure diverged from the cells of every 
subzone of the cortex. This was the case particularly with mitochondria 
and lipid inclusions. The only endogenous unconjugated steroids detected 
in the adjoining cortex were corticosterone and Cortisol while in tumor 
tissue these were present in lesser amts. The tumor tissue contained 
large amts. of C19-steroids, ll.beta.-hydroxy-androstenedione being 
quant . 

most significant. An impaired defect of 21-hydroxylation in tumor cells 
leading steroid synthesis from corticosteroidogenesis to the C19 pathway 
is proposed. 
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(capsules , sustained-release; 5-androstene-3 . beta . , 17 . alpha . -diol 
compns. for treating cancer) 
IT Drug delivery systems 

(capsules; 5-androstene-3 .beta. , 17 . alpha. -diol compns. for treating 
cancer ) 
IT Bladder 

(carcinoma, inhibitors; 5-Androstene-3. beta. , 17 .alpha. -diol as 
inhibitor of tumor growth) 
IT Intestine, neoplasm 

(colon, inhibitors; 5-Androstene-3 .beta ., 17 . alpha . -diol as inhibitor 

of 

tumor growth) 
IT Antitumor agents 

(colon; 5-Androstene-3. beta. , 17. alpha. -diol as inhibitor of tumor 
growth) 
IT Drug delivery systems 

(f reeze-dried; 5-androstene-3 .beta ., 17 . alpha . -diol compns. for 

treating 

cancer ) 
IT Drug delivery systems 

(injections, f reeze-dried; 5-androstene-3. beta. , 17 . alpha . -diol compns, 
for treating cancer) 
IT Drug delivery systems 

(injections, i.v.; 5-androstene-3 .beta ., 17 . alpha . -diol compns. for 
treating cancer) 
IT Antitumor agents 

(lymphoma; 5-Androstene-3 .beta 17 . alpha . -diol as inhibitor of tumor 
growth) 
IT Antitumor agents 
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tumor growth) 
IT Drug delivery systems 

(mucosal; 5-androstene-3 .beta ., 17 . alpha . -diol compns. for treating 
cancer ) 
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(neoplasm, inhibitors; 5-Androstene-3. beta. , 17. alpha. -diol as 
inhibitor 

of tumor growth) 
IT Drug delivery systems 

(patches; 5-androstene-3 . beta ., 17 . alpha . -diol compns. for treating 
cancer) 
IT Drug delivery systems 

(solns., oral; 5-androstene-3 .beta 17 . alpha . -diol compns. for 

treating 

cancer) 
IT Drug interactions 

(synergistic; synergistic interaction of 
5-androstene-3 . beta . , 17 . alpha . - 

diol with other antitumor agents) 
IT Drug delivery systems 

(topical; 5-androstene-3 . beta ., 17 . alpha . -diol compns. for treating 
cancer) 

IT 1963-03-7, 5-Androstene-3. beta. , 17. alpha. -diol 1963-03-7D 
, 5-Androstene-3. beta. , 17. alpha. -diol, esters and ethers 
RL: BAC (Biological activity or effector, except adverse) ; THU 
(Therapeutic use); BIOL (Biological study); USES (Uses) 

(5-Androstene-3 .beta. , 17 .alpha. -diol as inhibitor of tumor growth) 
\ IT 13311-84-7, Flutamide 84371-65-3, RU486 

RL: BAC (Biological activity or effector, except adverse) ; THU 
(Therapeutic use); BIOL (Biological study); USES (Uses) 

(synergistic interaction of 5-androstene-3 .beta ., 17 . alpha . -diol with 
other antitumor agents) 



\ it 



L5 
AN 
DN 



ANSWER 3 OF 7 CAPLUS COPYRIGHT 2001 ACS 

1979:16814 CAPLUS 

90:16814 



